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ABSTRACT
Aim The purpose of the study is to well under-
stand expression of cyclin D in smooth muscle cells and
- its association with lipid peroxidation injury to en-
dothelial cellls.

Methods

endothelial cells was induced by diamide,then diamide

The lipid peroxidation injury to cultured

stimulating endothelial cell-derived conditioned media
were collected.  After a 24-hour culture of smooth
muscle cells exposed to various epithelial cell derived
conditioned media, smooth muscle cells were collect-
ed, and used to immunocytochemistry stainning and
proliferative test.

Results Rabbit smooth muscle cells could express
cyclin D, the reactant of immune reaction was mainly
located in nuclei. The media conditioned by diamide
stimulating endothelial cells induced stronger expres-
sion of cyclin D in smooth muscle cells (P<<0. 01).
Meanwhile the amount of *H-TdR incorporation into
DNA in smooth muscle cells induced by the media was
obvious larger than that induced by normal endothelial
cell derived conditioned media (P<C0. 01).

Conclusion The proliferation of smooth muscle
cells is related to expression of cyclin D, lipid peroxi-

dation injury to endothelial cell may induce prolifera-

tion of smooth muscle cells through enhancing expres-
sion of cyclin D.
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Figure . Cyclin D expression in smooth muscle cells
exposed to normal cell conditioned medium.
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Figure 2.
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endothelial cell for | hour.

Cyclin D expression in smooth muscle cells

Table 1. The effect of various endothelial cell condi-
tioned media on the incorporation of ‘H-TdR into
SMC DNA (r=+3).

M TdR incorporation

Kiaps " (cpm)

EC.CM 6 1136428
1DEC-CM 6 1 880k 152"
2DEC-CM 6 1 350+80*
4DEC-CM 6 1 301 +64*

EC-CM.: EC derived conditoned mdeia; 1DEC-CM. 2DEC-
CM and 4DEC-CM represents EC derived conditioned medium
when EC exposed to dianude [or 1.2 and 4 hours. respective
ly. a: P<0.01. campared with EC-CM group.
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Table 2. The expression of cyclin D.
Groups n absorbance (A)
EC-CM 30 0.2134+0.03
1IDEC-CM 30 0.37340. 04*
2DEC-CM 30 0. 339+ 0. 03
4DEC-CM 30 0. 296+ 0. 03

EC-CM; EC derived conditoned mdeia; 1DEC-CM. 2DEC-
CM and 4DEC CM represents EC derived conditioned medium
when EC exposed to diamide for 1 hour,2 and 4 hours respec-

uvely. 8, P<0.0], compared with EC-CM group.
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cytomegalovirus, CMV
mononuclear macrophage, MNM
mononucleotide, MN
monosome, MS

mononuclear phagocyte system, MPS
mononuclear leukocyte, ML
mononuclear cell, MC
monocytopoiesis, MCP
monocytic series, MS
mononuclear reticular cell, MRC
mononuclear histocyte, MHC
monogenic inheritance
monovalent antiserum
monovalent chromosome
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